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Postgraduate Course, Dermatology for General 
Practitioners, University of Colorado Medical 
Center, Denver, July 14-16, 1960. 


Postgraduate Medical Assembly of South Texas, 
Shamrock Hilton, Houston, July 18-20, 1960. 


New Mexico.Chapter, American Academy of 
General Practitioners, Summer Clinic, Ruidoso, 
N.M., July 18-20, 1960. 


Northern Arizona Medical Seminar, Arizona 
State College, Flagstaff, Aug. 4-6, 1960. 


Postgraduate Course in Pediatrics, University 
of Colorado School of Medicine, The Stanley 
Hotel, Estes Park, Colorado, Sept. 1-6, 1960. 

Southwestern Medical Association, 42nd An- 
nual Meeting, Hotel Hilton, El Paso, Oct. 20- 
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Symposium, “Medical and Biological Aspects 
of Energies of Space,” Hilton Hotel, San An- 
tonio, Oct. 24-26, 1960, sponsored by Air Force 
School of Aviation, Brooks Air Force Base, Texas. 
Symposium coordinator, Jack Harmon, Southwest 
Research Institute, Box 2296, San Antonio 6, 
Texas. 


Southwest Obstetrical and Gynecological So- 
ciety, Annual Meeting, Riviera Hotel, Las Vegas, 
Nev., Nov. 7-8, 1960. 


Medical Society of the United States and Mex- 
ico, Annual Meeting, Guadalajara, Nov. 8-10, and 
Mazatlan, Nov. 11-12, 1960. 

Galveston, 


Texas Orthopaedic Association, 


Texas, April 24, 1961. 
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Medical Education 
Milestone in New Mexico 


By Jack Curry Repman, M.D., A.A.G.P., Albuquerque 


On May 10, 1960, the New Mexico Medical 
Society at its annual meeting adopted a resolution 
which conceivably could trigger a nationwide 
change in medical education of inestimable yalue. 
The resolution was introduced by the New Mexico 
Chapter of the American Academy of General 
Practice, and consisted of two resolved portions: 


(1) That the New Mexico Medical Society in- 
dicate its awareness of the need for producing 
well-trained physicians, including general prac- 
titioners, by our proposed medical school, as a 
prime reason for establishing such a school; and 


(2) That the New Mexico Medical Society 
recommend the establishment of a Chair of Gen- 
eral Practice on the faculty of the medical school. 


Long-Awaited Dream 
We in New Mexico are about to realize a long- 
awaited dream—the establishment of a medical 
schoo] at our University of New Mexico. The re- 
cent House of Delegates considered reports and 
resolutions pertaining to the medical school, and 
the one quoted above was among those adopted.* 


*The House of Delegates also passed a resolution approving a 
two-year medical school at the University of New Mexico and went 
on record in favor of establishment of a four-year medical school 
as soon as is reasonable. 
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It was felt to be especially indicated at this critical 
time in our medical lives, by specialists and gen- 
eral practitioners alike. 


We are all confronted by the everpresent threat 
of socialistic inroads in medicine, and in every 
other phase of our daily lives. Forand-type legis- 
lation hangs over our heads like a blanket, which, 
if we do not fight with everything in us, will one 
day drop upon us all. “Fight” does not mean 
“object to” or “deny” alone. It means personal 
and group re-evaluation and re-appraisal in terms 
of providing something better than the oblivion 
of socialism, It means improved public relations. 
It means spiritual rededication, and the re-equa- 
tion of the priceless privileges which are ours as 
Americans. 


Rumblings of People 


Listen to the people now, talking about our 
profession. Have you heard rumblings about “over- 
specialization” ; about the shortage of G.P.’s; about 
the cost of medical care; about the depersonaliza- 
tion of the patient? I have. What are we to do 
about these things? Do we just listen, but go on 
our ways because we are too busy? Do we join 
the complainers by fomenting discontent between 
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groups in our wonderful profession? Do we heap 
restrictions upon our contemporaries, thus broad- 
ening the gulf in intra-physician relations? Or do 
we deal directly with the complaints personally, 
and with compassion for everyone? 


The need for many more well-trained family 
physicians, G.P.’s, is self-evident, The foundation 
of the American Academy of General Practice 
was undoubtedly the most significant step in pro- 
viding capable, up-to-date, well-trained G.P.’s. 
This organization now has more than 26,000 
members, and its beneficial impact on American 
Medicine is in daily evidence, and it will continue 
to increase. The 1960 Congress of Delegates of 
the A.A.G.P. took a far-sighted step recently in 
Philadelphia by approving a resolution which, 
after 1966, will require two years of post-graduate 
training as one of the membership requirements 
of the Academy. 


Disproportionate Ratio 


The need for well-trained specialists is also self- 
evident, and will always be so, Are we not, how- 
ever, condoning a dangerous situation when we 
fail to do anything about the disproportionate 
specialist: G.P. ratio? Is there not a dangerous 
degree of iatrogenic depersonalization of Medicine 
because of this disproportionate ratio? 


We advise our patients that they should have 
a family doctor—one who can care for most of 
their ills, yet who knows when to refer to a spe- 
cialist. Who is this family doctor? He is the one 
who takes care of the whole family — the G.P. 
A.A.G.P. membership is now recognized as a very 
valuable indication of the family doctor’s contin- 
uing and increasing proficiency through the 


Academy’s continuing postgraduate training re- 
quirements. 


Other End of Scale 


What of the other end of the educational scale 
of General Practitioners? Why not stimulate ac- 
tively more medical students to enter general 
practice? This could be accomplished and, once 
undertaken, such a program would go a long 
way toward solving a very serious problem in 
Medicine today. This is not to infer that we 
should stop stimulating the desire for specializa- 
tion. Far from it! What it does infer is this: we 
need more general practitioners, and their pro- 
duction should start actively in medical school. 

The most logical way of coordinating such a 
training program is to have a general practitioner 
(and A.A.G.P. member) on the faculty of each 
medical school. This man would be invaluable in 
helping to plan curriculum; in administrative 
liaison between general practice and the special- 
ties; in stimulating interest in general pract'ce; 
and in working with the entire faculty toward 
the goal of training the most competent physicians 


possible. 


Singular Opportunity 

Thus, in New Mexico, our opportunity is singu- 
lar. We have recommended the establishment of 
a medical school, and we have recommended the 
establishment of a Chair of General Practice on 
the faculty. This will be the first such Chair in a 
medical school in the United States, and it is 
our fondest hope that this positive step, this medi- 
cal education milestone, may be reduplicated by 
other schools across our country to the benefit 
of American Medicine and the people we serve. 
114 Oak Street, N. E. 


The second annual Northern Arizona Medical 
Seminar will be held at Flagstaff, Arizona, at the 
Arizona State College Aug. 4-6, A. A. G. P. credit 
will be given. Activities for the entire family are 
planned for this three-day meeting in the heart 
of northern Arizona’s summer vacation play- 
ground. 

Speakers will be Dr. E. C. Beatty, Jr., Depart- 
ment of Hematology, The Children’s Hospital, 
Denver; Dr. Vincent P. Collins, Professor of 
Radiology, Baylor University, Houston; Dr, Rob- 
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Northern Arizona Medical Seminar Scheduled in Flagstaff August 4-6 


ert Kark, Professor of Medicine, University of 
Illinois, Chicago; Dr. Champ Lyons, Professor of 
Surgery, University of Alabama Medical Center, 
Birmingham, Alabama; Lt. Col. Eddy D. Palmer, 
Brooke General Hospital, Fort Sam Houston, 
Texas; and Dr. Ralph A. Reis, Professor of Ob- 
stetrics and Gynecology, Northwestern Medical 
School, Chicago. 

Information on the meeting may be obtained 
from Dr, John F. Currin, 110 West Birch Avenue, 
Flagstaff, Arizona. 
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Dr. Haynes of Clovis 


Elected President 


of New Mexico Medical Society 


Dr. Allan L, Haynes of Clovis was elected Presi- 
dent of the New Mexico Medical Society at its 
78th annual meeting in Albuquerque May 11-14. 


Other new officers are Dr, William Badger, 
Hobbs, President-Elect; Dr. R. C. Derbyshire, 
Santa Fe, Vice-President; Dr. Earl L. Malone, 
Roswell, Delegate to the A. M. A.; Dr. Leland S. 
Evans, Las Cruces, Alternate Delegate; and Drs. 
John McCulloch, Farmington, George Prothro, 
Clovis, and Gerald Slusser, Artesia, Councillors 
for three years. Dr. Thomas L. Carr, Albuquerque, 
continues as Secretary-Treasurer for the second 
year of a two-year term, Dr, C. Pardue Bunch, 
Artesia, and Dr. Derbyshire were elected Speaker 
of the House of Delegates and Vice-Speaker, re- 
spectively. 


Santa Fe was selected as site for the 1961 
meeting. 


Dr. Lewis M. Overton, Albuquerque, retiring 
President, scored government medicine for failing 
to consider overall problems of the aged and 
“for not helping the aged to help themselves.” 
He emphasized the importance of treating the 
patient as “a whole person.” 


“The New Look in Medical Practice” 


Dr. R. B. Robins of Camden, Arkansas, trustee 
of the A. M. A., spoke on “The New Look in 
Medical Practice.” 


The House of Delegates passed a resolution 
approving a two-year medical school at the Uni- 
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versity of New Mexico and went on record in 
favor of establishment of a four-year medical 
school as soon as is reasonable. The House called 
for legislative support to provide funds for “a 
first-class medical institution.” 


A resolution recommended that every applicant 
for a vehicle license over the age of 70 be given 
a yearly medical screening examination as part 


Dr. Haynes 


of a driving test. The House suggested that .10 
of one per cent blood alcohol or its equivalent 
be used as “prima facie evidence of driving while 
intoxicated.” 
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The Society approved a new all-expense health 
insurance plan, which will become available July 
10 to approximately 23,000 federal employes and 
their families in the state. The action paves the 
way for federal employes to participate in the 
health insurance plan authorized by the Federal 
Employes Health Benefit Act of 1959. 


Statewide Plan 
The statewide plan establishes a new Blue 
Shield service, which, with Blue Cross, provides 
federal employes with payments in full for physi- 
cians fees, hospital care and hospital costs, Prior 
to the action, there was no all-expense plan in 
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MEETING HEADQUARTERS — The Western 
Skies Hotel with its pleasant swimming pool and patio 

area served as headquarters for the 78th annual meeting of the 
New Mexico Society in Albuquerque, May 11-14. 


New Mexico which met requirements of the U. S. 
Civil Service Commission, which is to administer 
the health insurance program for government 
employes, The all-expense plan is being estab- 
lished on two levels: first, for families with annual 
income of less than $6,000; and second, for fami- 
lies with an income of less than $4,000. Blue Cross 
and Blue Shield officials said they hoped to offer 
a similar all-expense plan to the public in New 


Mexico by the end of 1960. 


The Society’s new President, Dr. Haynes, was 
born in Morgantown, Ky., and received his M.D. 
from the University of Louisville School of Medi- 
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NEW OFFICERS — 
Among new officers of 
the New Mexico Medical 
Society are, left to right, 
Dr. William Badger, 
Hobbs, President - Elect; 
Dr. Thomas L. Carr, 
Albuquerque, Secretary- 
Treasurer; and Dr. R. 
C. Derbyshire, Santa Fe, 
who was elected Vice- 
President as well as Vice- 
Speaker of the House of 
Delegates. 


cine. He took his internsh'p and residency at St. 
Joseph Infirmary in Louisville from 1938 to 1941. 
He then served a Fellowship in Surgery at the 
Mayo Foundation. He entered the Army in 1942 
and served for three and one-half years in the 
Southwest Pacific, emerging in 1946 with the 
rank of Major. He was with the Mayo Clinic and 
Foundation from 1946 to 1951 and received his 
M.S. in Surgery at the University of Minnesota 
Graduate School. He began the private practice 
of medicine as a surgeon in Clovis in 1951. 


Fellow in College of Surgeons 
Dr. Haynes is a Fellow in the American Col- 


lege of Surgeons and is certified by the American 
Board of Surgery. He is a member of the South- 
west Surgical Congress, a trustee of the New 
Mexico Physicians Service, a member of the state 
medical society’s legislative committee, and chair- 
man of the society’s Public Health Committee and 
the Department of Public Welfare Committee. He 
is Past President and Past Secretary of the Curry- 
Roosevelt County Medical Society and a member 
of the board of directors of the Curry County 
Chapter of the American Cancer Society, He and 
Mrs. Haynes have two sons and two daughters, 
Allan L., Jr., 13; Miriam, 11; Stephen, 10, and 
Kathleen, 7. 


AUXILIARY OFFICERS — New officers elected at the annual meeting of the Women’s 
Auxiliary of the New Mexico Medical Society in Albuquerque are, left to right, Mrs. Chester 
Bynum, Farmington, corresponding secretary; Mrs. Randolph Seligman, Albuquerque, recording secre- 
tary; Mrs. Avon Flaniken, Farmington, president; Mrs. Alvin Hartz, Farmington, treasurer; and Mrs. 
Stanley Leland, Santa Fe, president-elect. Not shown are Mrs. Frederick Brown, Roswell, first vice- 
president; and Mrs. T. J]. Glenn, Farwell, second vice-president. Mrs. Martin B. Goodwin of Clovis 


was the retiring president. 
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ORIGINAL ARTICLES 


Complete Heart Block with Stokes-Adams Seizures 
A Therapeutic Problem 


Until recently the treatment of complete 
atrioventricular dissociation with Stokes-Adams 
seizures was limited to sympathomimetic drugs. 
Isoproterenol (Isuprel) has been especially suc- 
cessful. Molar sodium lactate has helped in some 
patients.” The external electric pacemaker has 
proved invaluable both in temporary and long 
term stimulus.* Disregarding its inconvenience 
the prolonged application of external electrical 
stimuli may produce local burns at the elec- 
trode site and is a considerable nuisance because 
of muscular contractions. The internal myo- 
cardial electrode is more easily tolerated especially 
if attached to a pocket-sized transistorized pace- 
maker.* 


Case Report: 


This 66-year-old white man was admitted to 
Providence Memorial Hospital on 9 January 
1959 complaining of blacking-out spells and 
slow heart beat since 17 December 1958. He would 
notice a weak feeling shortly before blacking- 
out, would appear pale, his eyes would “pop”, 
and he would shake “all over.” The spell would 
last for seconds to several minutes and be re- 
lieved spontaneously resting in bed, No relation 
to position, food intake, exertion or time of day 
was noted. There was no diaphoresis, tongue 
biting or incontinence. Occasionally he ex- 
perienced only a weak, dizzy sensation. 


On 4 December 1958 he fainted while standing 
at work. The pulse rate was between 40 and 48. 
He sox felt better and was sent home. Later that 
day he was. hospitalized because of confusion, 
aphasia and Weakness of the left upper extremity. 
An _ electrocardiogram disclosed normal sinus 
rhythm at a rate of 60; P-R interval 0.20 and 
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By Baer Appet, M.D., and 
E. S. Crossett, M.D., El Paso 


QRS interval of 0.16 seconds; complete left bundle 
branch block. He rapidly improved in the next 24 
hours with no residual motor weakness. A repeat 
electrocardiogram on 6 December 1958 displayed 
no change except that the heart rate was 70 per 
minute, His initial blood pressure was 180/90 and 
he received 1.25 mgm. Serpasil intramuscularly. 
He was discharged 6 December 1958. 


The history of previous illnesses was unusual- 
ly comprehensive but non-contributory except for 
the following. On 9 December 1953 in Indiana 
he was hospitalized for three weeks because of 
probable myocardial infarction. The electrocar- 
diogram . . . “did not give a clear picture as 
to the infarction, however, it showed a definite 
pattern of bundle branch block with a left ven- 
tricular hypertrophy.” According to the patient 
this hospitalization was the turning point in his 
life: from a strong steelworker to a chronically 
ill asthmatic cardiac. His blood pressure was 
“low” and responded to several ounces of wine 
daily. Cortisone and Isuprel helped relieve the 
asthma. 


Digitalis was prescribed and taken daily until 
1959. A salt poor diet was initially prescribed 
because of steroid therapy and continued until 
1959. He was allergic to bananas, chocolate, 
penicillin, codeine, demerol and morphine. He 
was finally advised to move to a warmer dry 
climate and settled in New Mexico in March 
1954. 


An electrocardiogram in February 1956 dis- 
played sinus arrhythmia; rate was 80; P-R and 
QRS intervals 0.20 and 0.14 seconds respectively, 
complete left bundle branch block (Figure 1). 

From 22 November to 14 December 1957 he 
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Figure 1 
See text for description. 


was hospitalized because of substernal pain radiat- 
ing to the left arm for 12 hours. On 25 November 
(Figure 1): sinus arrhythmia and bradycardia, 
rate equals 55; P-R 0.20 seconds, QRS varied 
with intraventricular complexes of 0.08 and 0.16 
seconds (left bundle branch block); T waves 
were inverted in leads V2, V3, V4, V5 and V6 
during normal intraventricular conduction. On 
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26 November the record was essentially the 
same: rate of 50, P-R 0.20, QRS 0.10 and 0.16. 
On 30 November the rate was 65, P-R 0.22, 
QRS 0.16, complete left bundle branch block. On 
9 December there was no change, X-ray disclosed 
a further increase in the transverse diameter of 
the heart compared to 1954 and 1956, 

The patient gradually resumed part work and 
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was essentially asymptomatic. An electrocardio- 
gram on 22 January 1958 disclosed sinus brady- 
cardia rate 55, P-R 0.22, QRS 0.15. Extra lead 
V7 displayed a broad notched R wave of 13 
mm. with intrinsicoid deflection time’ of 0.11 
seconds and general configuration resembling leads 
aVL and I. 


Physical Examination: 


Patient was a weak sthenic elderly white 
male with pallor of the skin in no distress. 
Blood pressure 160/60, Pulse 32 per minute and 
regular. Respirations 24 per minute. Ocular fundi 
normal. 


Neck veins were flat. Lungs were entirely 
clear, 


Heart was enlarged to the left on percussion. 
A moderately loud grade 3/6 apical and aortic 
systolic blowing murmur was not transmitted to 
the neck. No diastolic murmurs, Aortic second 
sound was louder than pulmonic. 

Abdomen negative except for several healed 
old incisional scars. No clubbing, cyanosis or 
edema. Neurological examination normal. 


Laboratory: 


Kahn and Kolmer negative. Periodic blood 
counts, urinalyses, and electrolyte determinations 
were essentially normal. Total cholesterol was 
165 mgm.%. The blood urea nitrogen ranged 
from 36 to 25 mgm.% during the first 54 hos- 
pital days. On the 65th day it was 18 and on the 
78th, 14 mgm.%. Blood calcium, phosphorus and 
protein bound iodine were normal. 


Electroencephalograms on 26 January and 23 
February were within normal limits: the former 
E.E.G. displayed a heart rate of 30; the latter 
rate was 75. Chest X-rays displayed slight left 
ventricular hypertrophy with sclerosis and _pro- 
minence of the aortic knob. 


Course in Providence Memorial Hospital: 


On the first day 9 January 59 Raudixin and 
Crystodigin were discontinued. Isuprel 10 mgm. 
sublingual was given every six hours. Pulse 
varied between 36 to 24 and blood pressure 
from 210/84 to 100/60 mm. of mercury. The 
next day he had a “blackout” when the rate 
decreased to sixteen from forty-two. The sub- 
lingual Isuprel was altered to 120 mgm. daily 
in divided doses and intramuscular additional 
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doses as necessary. Decadron 6.0 mgm. daily in 
divided doses was added. Subcutaneous epine- 
phrine 1:1000 was ineffectual in 0.5 cc. doses. 


During the first five days he had a weak, dizzy 
spell or “blackout” when the heart rate dropped 
to 18 or 16. Despite increasing the sublingual 
Isuprel to 30 mgm. every 3 hours eight to ten 
Isuprel injections were necessary daily. Oral ephe- 
drine sulfate was gradually increased from 240 to 
810 mgm. daily by the 17th hospital day, yet this 
medication failed to prevent reduction in heart 
rate and blackouts. Isuprel was also administered 
in a “mistometer” as used with acute bronchial 
asthma but failed to provide predictable incre- 
ments in heart rate and tended to dry his mucous 
membranes. 


Probanthine 15 mgm. every six hours produced 
no effect, On the 12th day digitoxin was begun: 
a total of 1.2 mgm. in two days produced ano- 
rexia, diarrhea and nausea but no pulse incre- 
ment (31 to 18). 


On the 18th day sublingual Isuprel was in- 
creased from 30 to 45 mgm. every three hours 
but the pulse ranged from 34 to 15, On the 22nd 
day after several blackouts with pulse ranging 
from 22 to 17 the previous oral medications were 
discontinued, Intravenous Isuprel infusion was 
begun: five’: fo 20 ampoules (1 to 4 mgm.) per 
liter 5 per cent glucose in water at 24 to eight 
drops per minute. The heart rate rose rapidly 
and ranged between 34 to 28. 


.Paredrine hydrobromide up to 320 mgm. daily 
was added orally without effect. Then barium 
chloride 160 mgm. daily was tried unsuccessfully. 


On the 25th hospital day an attempt was made 
to wean him from the intravenous Isuprel infusion 
and substitute sublingual Isuprel. However, the 
heart rate dropped from 36 to 17 and the in- 
travenous infusion was reinstituted, Intramuscular 
ACTH-AR gel was begun daily: 80, 60, 40, 30 
and 20 mgm., each for three consecutive days. 
This appeared to improve his spirits, appetite and 
weight but not to affect the complete A-V block 
or blackouts, 


The infusions containing five ampoules (one 
mgm.) Isuprel in 500 cc. 5 per cent glucose in 
water were most effective. The patient was able 
to get out of bed at will, walk to the toilet and 
sit in an armchair while the infusion slowly 
dripped. The heart rate ranged between 46 and 
15 up to the 33rd day. When the sublingual 
Isuprel was increased to 60 mgm. every’ three 
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hours, the Isuprel infusion was slowed to two 
drops per minute; the patient’s heart rate prompt- 
ly fell to 17 and 16 with concommitant angina 
pectoris, brief syncope and slight convulsive 
seizure. Therefore the Isuprel infusion was main- 
tained. On the 36th day the heart rate ranged 
from 74 to 21 and two blackouts occurred. 


Finally on the 40th hospital day (63rd day of 
complete heart block) one electrode of the Med- 
tronic transistorized pacemaker was attached via 
catheter passed through the right brachial vein 
into the right ventricle. The other electrode was 
imbedded in the left precordial subcutaneous 
tissue, At three milli-amperes with rate set around 


and 62, 67 and 63, and 67 and 60 during the 
next three days. On the 48th hospital day an 
inflammation was noted at the site of the intra- 
venous catheter. 


On the 49th hospital day he began a regular 
instead of the salt free diet. His weight was 126.5 
Ibs. On the 51st day a thoractomy was performed 
(by E.S.C.) resecting two costal cartilages in 
order to insert the pacemaker wire directly into 
the myocardium of the right ventricle. For two 
more days the heart rate was stable in the sixties. 
On the 54th day there was a sudden decrease 
in pulse rate from 66 to 45 and it was discovered 
that the milliamp setting had accidentally been 
turned down. On the next day there were four 


Forty-third hospital day. The rapid spike immediately preceding QRS represents Medtronic transis- 
torized pacemaker stimulus. The fifth spike in lead one and third spike in lead two failed to de polarize 


the right ventricle. 


70 the pulse rate varied from 66 to 58, The next 
day after intravenous Isuprel was discontinued he 
sustained two blackouts. An electrocardiogram 
on the 43rd day (Figure 2) displayed occasional 
failure of the pacemaker to stimulate ventricular 
depolarization. After increasing to 20 milliamps 
the pacemaker maintained the rate between 69 
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blackouts with heart rate ranging from 64 to 32. 
On the 56th day the pulse rate continued to fluc- 
tuate widely (ranging from 80 to 33) and the 
patient had dizzy spells plus five blackouts. Even 
increasing the milliamp dial to 40 and the rate 
dial to 80 failed to produce more than an irregu- 
lar pulse in the fifties. Therefore, intravenous 
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Figure 2 


Isuprel was again infused. His weight was then 
138.5 Ibs. 


On the 57th hospital day, a new electrode wire 
was secured to the right ventricle, again during 
thoracotomy under local anesthesia. There were 
many friable adhesions from the previous chest 
surgery and it was difficult to be certain of some 
tissue limits except by observing the electrocardio- 
gram on a monitoring oscilloscope. Adequate 
stimuli administered to the myocardium produced 
immediate regular ventricular responses. 


From the 58th through 61st hospital days the 
transistorized pacemaker apparently produced 
adequate stimuli with pulse ranging from 76 to 
44, 78 to 63, 76 to 52 and 78 to 60. Clinical and 
radiologic signs of pericardial and left pleural ef- 
fusions presented. Diuretics reduced the weight 
from 140 to 137.5 lbs, On the 62nd day an an- 
terior pericardial tap disclosed 70 cc. of blood. 
The patient had felt dizzy and blacked out three 
times while the pulse varied from 80 to 33 (Figure 
3). Accordingly intravenous Isuprel 1 mgm. per 
500 cc. was infused for 12 hours. Sublingual Isu- 


prel 15 mgm. was administered as necessary for 
pulse rate below 60. On the 63rd day the pulse 
ranged between 76 and 39; 64th day, 80 and 41; 
65th day, 76 and 39; 66th day, 78 and 72; 67th 
day, 78 and 33. 


On the 74th day the pacemaker dial for milli- 
amps was adjusted to maximum without any pre- 
dictable effect on the heart rate which fluctuated 
from 80 to 33. His weight was 144.5 lbs., and 
the patient displayed left pleural effusion and 
peripheral edema. Since sublingual Isuprel did 
not apparently augment the heart rate it was 
discontinued, 3.75 mgm. Lanoxin was given dur- 
ing next three days without effect. 


On the 78th day the pacemaker wires were 
removed from the patient’s chest. The intracar- 
diac wire fell. out immediately as it was pulled 
and apparently had been broken for some time 
(probably for 16 days). The heart rate ranged 
from 40 to 31 that day: 


From the 80th to the 90th hospital days the 
patient was ambulatory without any blackout de- 
spite a heart rate ranging from 43 to 32. He had 


teres 


Figure 3 


Sixty-second hospital day. No pacemaker spike visible in lead one. EKG sensitivity had to be reduced 
markedly in all the other leads. Note occasional spike-QRS sequence in leads V1, V3 and V4 and 
regular sequence in V2. Other leads display both complete A-V dissociation as well as “Pacemaker- 


Patient Dissociation.” 
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no blackout after the 63rd hospital day and had 
taken no Isuprel since the 74th day. The left 
pleural and pericardial effusions gradually re- 
sorbed. The edema disappeared and weight re- 
mained around 143 lbs. Blood pressure fluctuated 
between 164 and 112 systolic over 100 to 48 dias- 
tolic. He was discharged 8 April 59 on the 90th 
hospital day (113 days after the onset of black- 
out spells) on a regular diet, Lanoxin 0.25 mgm. 
daily, Hydrodiuril 50 mgm. daily and Cholarace 
t.id. 


Following discharge from Providence Memorial 
Hospital the patient was treated by Dr. A. M. 
Babey who provided this followup. The pulse rate 
usually ranged from 40 to 44. He occasionally 
noticed light headedness promptly relieved by 
an extra 10 mgm. sublingual Isuprel tablet. Dur- 
ing the last few weeks of life he insisted on mow- 
ing the lawn, clipping hedges and waxing floors. 
His medications were digitoxin 0.1 mgm. daily, 
low salt diet, Hydrodiuril 50 mgm. twice weekly, 
Cholarace three times daily and sublingual Isuprel 
10 mgm. four to five times daily, His weight varied 
between 140 to 142 pounds, On 27 August 59 he 
fell to the floor sustaining a scalp laceration which 
did not bleed, presumably because of cardiac ar- 
rest or ventricular fibrillation, 


Autopsy Report (Dr. Maynard S. Hart): 


The significant gross findings were limited to 
the cardio-vascular system. The heart was en- 
larged weighing approximately 475 grams. The 
epicardium was smooth except for ancient patches 
of fibrinous adhesions anteriorly extending into 
the sulci. The valves were normal. The left ven- 
tricular myocardium measured up to 22 mm. 
thick. Brownish-gray poorly demarcated areas 
were noted in the anterior wall but no evidence 
of acute myocardial infarction was seen. Both the 
anterior and posterior coronary arteries displayed 
extreme atherostlerosis, There was no evidence 
of recent thrombosis, but the lumen was almost 
completely obliterated by atherosclerotic patches 
in different areas. 


Microscopic sections displayed ancient myocar- 
dial infarction, Sections from the region of the 
atrioventricular node and Bundle of His displayed 
marked fibrosis. In many areas the muscle bun- 
dles were almost completely replaced by homo- 
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geneous acellular pink staining collagenous ma- 
terial. Trabeculations were exaggerated. The 
coronary arteries displayed extreme athero- 
sclerosis. 


Discussion: 

The patient displayed intermittent left bundle 
branch block for five years and incomplete atrio- 
ventricular block for one year prior to the onset 
of complete atrio-ventricular dissociation with 
Stokes-Adams seizures. 


He was treated with various oral, subcutaneous 
and intramuscular sympathomimetic drugs in 
huge doses without benefit. Corticotropin gel and 
dexamethasone failed to help.* Intravenous Isu- 
prel proved to be the most effective stimulant for 
his idioventricular center. However, this type of 
drug therapy was inconvenient and required con- 
tinuous nursing supervision. 


The transistorized pacemaker with signal about 
20 milliamperes was remarkably effective. How- 
ever, the patient shortly developed “pacemaker” 
as well as A-V dissociation (after about 5 days). 
It is probably unnecessary to perform a thoraco- 
tomy to insert a wire in these cases.* 


Once the patient finally developed a fairly 
steady heart rate above 30 he had no further 
Stokes-Adams seizures and survived for five 
months without significant Isuprel or electrical 
stimuli. 

We acknowledge the detailed data supplied by 
Doctor B, J. Wyland of Mishawaka, Indiana, and 
Doctor William D. Sedgwick of Las Cruces. We 
acknowledge the superlative nursing care rendered 
at Providence Memorial Hospital without which 
this report-could not have developed, 


1501 Arizona Ave. 
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Advantages of Triquin® in Long-term Management 
of Lupus Erythematosus: Illustrated Case Reports 


By Paut L. WituiaMs, M.D., Seattle 


Synthetic antimalarial drugs have ultimately 
earned a position of increasing importance in the 
therapeutic regimen of certain skin diseases. One 
of the most common applications pertains to the 
suppression of cutaneous manifestations associated 
with chronic forms of lupus erythematosus, By 
and large, these compounds have come to replace 
older empirical medications, including the heavy 
metals. The latter have been extensively employed 
for many years in spite of inherent toxicity, with 
a paucicity of alternate choice, often administered 
with some degree of apprehension to both doctor 
and patient, at times leading to fatal complica- 
tions. 


The post-war recognition of quinacrine as an 
effective substitute opened an entirely new era of 
therapeutic approach. Subsequently, the introduc- 
tion of similar analogs, namely chloroquine and 
hydroxychloroquine, found clinical acceptance as 
effective agents in treatment of lupus erythemato- 
sus. Although no claim for cure can be assigned 
to them, their potent anti-inflammatory action in 
the absence of any serious adverse reactions, com- 
prise the basis for preference in this obscure 
disease. 


Chemotherapeutic Agents 


Until recently these chemotherapeutic agents 
were available as a choice of three single com- 
pounds, dispensed by the trade names Atabrine® 
(quinacrine) , Aralen® (chloroquine) , and Plaque- 
nil® (hydroxychloroquine). Unfortunately, clinical 
experience has established that not all patients 
can tolerate the single drugs in optimum thera- 
peutic dosage for the continuous, often prolonged, 
intervals required to obtain desired results, Side 
effects consisting of gastro-intestinal upsets, dizzi- 
ness, disturbances of visual accommodation, skin 
rashes, etc., may at times demand diminished 
dosage or discontinuation of therapy. These 
symptoms usually subside rather promptly on with- 
drawal of the drug. 


*The material used in this study was supplied by the Medical 
Research Department of Winthrop Laboratories. 
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Three Antimalarials 


In an effort to further minimize intolerance, 
and to enhance long-term administration, it ap- 
peared theoretically feasible to combine the three 
antimalarials in smaller amounts than conven- 
tionally employed. Two favorable clinical re- 
ports'* regarding the use of this compound, re- 
ferred to as APA 5533, indicated that one might 
expect more impressive results in lupus erythema- 
tosus than with any of the three drugs used 
singly. 

Following the release of the compound, trade 
named Triquin,* other papers have attested to 
the value of the combination in the management 
of both chronic discoid and subacute systemic 
forms of the disease. 


Each Triquin tablet contains approximately 
one-fourth the recognized usual maintenance dose 
of each antimalarial as recommended for lupus 
erythematosus, i.e. Atabrine HCL 25 mg., Aralen 
phosphate 65 mg., and Plaquenil sulfate 50 mg. 

Two cases of interest wherein Triquin was used 
with success for L.E, follow: 


Case I 


D. B., age 28 years, white, male, employed as 
a mechanic, was first examined on 5/14/58 with 
classical findings of chronic discoid lupus erythe- 
matosus on the face of seven years duration. 
General health and nutrition remained excellent 
prior to and throughout the present illness. Ex- 
amination showed well circumscribed, chronic 
lesions confined to the nasal bridge and left pre- 
auricular area, Routine laboratory tests revealed 
no abnormalities. Serology negative. No, L.E. cells 
were demonstrated in the peripheral blood, Photo- 
graphs were taken at this visit (Case I-A), Tri- 
quin was prescribed on an initial dose of one 
tablet t.id. p.c. Two subsequent visits during the 
month of June, 1958, showed progressive healing 
of all lesions. There were no complaints suggest- 
ing untoward effects from ingestion of the medi- 
cation. 


By 7/2/58 the condition had responded satis- 
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factorily save for persistence of marginal erythema 
confined to the periphery of the well demarcated 
plaques. At this time he was taken off Triquin and 
placed on Aralen 250 mg, t.i.d. in the hope that 
this modification in his treatment regimen would 
accelerate healing to permit complete remission. 
On 7/16/58 the patient did show further clinical 
improvement in this regard, However, he reported 
he was unable to tolerate the prescribed Aralen 
due to side effects characterized by blurring of 
vision, mild dizziness and “faintness”. occurring 
approximately 1-2 hours after taking the post- 
supper dose each evening. A re-check of the WBC 
count and differential revealed these findings to 
remain normal. Aralen then was discontinued and 
Triquin re-instituted on a dose level of two tab- 
lets tid. p.c. A follow-up office visit during 
August, 1958, demonstrated no evidence of unto- 
ward symptoms. 


Condition Quiescent 


By 9/8/58 the condition appeared quiescent, 
showing only the characteristic atrophic scarring 
of healed, chronic L.E. (see photo Case I-B). The 
medication was then reduced to one tablet t.i.d. 
on a maintenance basis. On 10/7/58, the summer 
months having lapsed, Triquin was discontinued. 
Although he had been exposed to bright sun on 
repeated occasions during his period of treatment, 
no evidence of exacerbation or progress of the 
disease was observed at any time while the above 
systemic therapy prevailed. 


On 12/9/58 the patient returned to the office 
complaining of re-activity of the lesions in situ 
manifested by recrudesence of erythema accom- 
panied by mild local tenderness. Resumption of 
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Triquin on the therapeutic schedule of two tab- 
lets t.i.d. was again instituted. Examination three 
weeks later (12/30/58) again showed definite 
clinical improvement. He was placed on a main- 
tenance dose of six tablets daily which Proved 
to be well tolerated, At his last visit on 2/9/59 
his status improved with no adverse reactions 
from continuous medication, 


Case II 


Mrs, V. R., a 46-year-old white housewife, gave 
a past pertinent dermatologic history at her first 
office call. She gave the story of chronic, recurr- 
ing skin trouble about the face off and on for 
several years, characterized by irregular patchy 
areas of dermatitis with erythema and scaling. 
These lesions were said to have resembled sebor- 
rheic “eczema, but resisted conventional anti- 
seborrheic measures. She was not aware of acute 
flare-ups in relationship to solar exposure. Vague 
arthritic symptoms had been experienced in 1955 
and a review of systems revealed X-ray knowledge 
of a chronic peptic ulcer, now clinically quiescent. 


In May, 1958, during a recrudescent phase of 
her dermatitis, the patient was placed on Aralen 
(chloroquine) phosphate 250 mg. b.i.d. by her 
family physician, There was noticeable improve- 
ment in a short time. Later in the month it was 
necessary for her doctor to be away from the 
city, and she was instructed to keep in touch with 
this office. 


Symptoms of Anorexia 


On 6/18/58 she phoned to report she was ex- 
periencing symptoms of anorexia, nausea, “upset 
stomach,” malaise, dull headache, and loss of six 
pounds weight since on the antimalarial regimen. 
An office visit on 6/21/58 confirmed the diagnosis 
of chronic discoid lupus erythematosus with classi- 
cal features and distribution (see photo Case 
II-A). Routine laboratory studies were normal. 
Sedimentation rate was 25 mm/hr. (Westergren). 
A search of the peripheral blood for L.E. cells 


was negative. 


At this time the previous medication was dis- 
continued, and Triquin one tablet b.id. after 
breakfast and supper were substituted, This medi- 
cation and dosage level proved consistently well 
tolerated. Examination of the patient on 8/13/58 
showed the lesions in complete remission (see 
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photo Case II-B), In October, with termination of 
the sunny season, she discontinued the drug vol- 
untarily without subsequent exacerbation. On 
1/19/59 she returned for follow-up examination 
with no evidence of re-activity of her skin dis- 


order (see photo Case II-C). 


Conclusions 


1. Triquin found to be therapeutically effective 
as a systemic medication for lupus erythemato- 
sus, It is particularly indicated for patients who 
do not tolerate the single antimalarial drugs 
in conventional doses of 125 mg.-250 mg. 2-3 
times daily. 


Benefit could be obtained in the optional range 
of six tablets daily. This dose was unattended 
by adverse effects even though administered 


continuously for many weeks, The fact that 
larger doses were not required may account 
for the excellent tolerance in our cases. 


As a result of our experience with Triquin we 
consider it to be a welcome adjunct to the 
current therapeutic armamentarium for man- 
agement of Lupus erythematosus. 
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Hotel Dieu Nursing School Needs Students, Financial Aid 


The Nursing School at Hotel Dieu Sisters’ 
Hospital is in a serious situation for two reasons: 
first, there is a shortage of applicants for each 
freshman class; second, the students, as well as 
the school, need financial aid. 

It is hard to understand why at this time 
there are so few girls applying for nursing educa- 
tion, The shortage of graduate nurses is steadily 
increasing. Every doctor in the Southwest can 
help by trying to interest more girls in the study 
of nursing. 

Physicians can also serve the Nursing School 
by giving financial aid in one way or another. 
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The Nursing School operates at a loss, and it is 
impractical to lower the tuition. The school could 
teach another 50 girls without increasing the over- 
head appreciably since the teachers are already 
there. There is an urgent need for more students, 
but young women who are going to take nursing 
education frequently are hard put financially to 
see their way through school. It is quite important 
that financial help be given some members of 
each freshman class. This can be given to the 
nurse directly or contributions can be made to 
the Hotel Dieu School of Nursing Scholarship 
Fund. L. W. B. 
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Clinical Pathological Conference 
R. E. Thomason General Hospital, El Paso 


Case No. 1327, May 19, 1960 


F. P. Bornstein, M.D., Editor 


History: Dr. Nathan Kleban. 


A 21-year-old unmarried Latin-American hos- 
pital employee was admitted on August 18, 1959. 


Vomiting of food on the afternoon of August 15 
heralded the onset of this short fatal illness, Chills 
and fever of 103 followed, Sweating, normal tem- 
perature and comfort were induced by aspirin. 
This course of events was repeated on August 16 
and 17, except for absence of vomiting on the 
17th. When chills and fever recurred on August 
18 the patient saw a doctor, who recommended 
hospitalization. 


Pulmonary tuberculosis, cavitary, fibro-exuda- 
tive, moderately advanced, right lung, confirmed 
by sputum culture, hospitalized the patient on the 
tuberculosis service from April 16 to August 13, 
1956, Streptomycin, para-aminosalicylic acid, and 
isoniazid (INH) were administered. The patient 
was transferred for 8 additional months of treat- 
ment to a state sanatarium. 


Physical Examination: 
T. 105 P. 130 R. 24 B. P? 130/80 Except 


for a hot, dry skin there were no positive physical 
findings. 


Hospital Course: 


Initial treatment consisted of aspirin and a peni- 
cillin dihydrostreptomycin mixture. Chest con- 
ference concluded that the only residue of the 
old pulmonary tuberculosis was calcification in 
the left lung unrelated to the present illness. 
Acetyl Sulfisoxazole (Gantresin), chloramphenicol 
(Chloromycetin) and isoniazid were added to the 
penicillin dihydrostreptomycin but failed to affect 
fever or symptoms. 
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Presentation of case by Jack PostLewarte, M.D. 


The attending physician detected an enlarged 
spleen, but no impressive lymph nodes, Significant 
leukopenia was noted on the seventh day. Total 
white blood cell count of 400 and platelet counts 
of 49,000 were reported later on two occasions. 


Gastro-intestinal bleeding occurred, temperature 
rose to a high of 106.6. Quinine, chloroquine and 
neptatin (Mycostatin) were added to medications. 
Nausea and vomiting recurred. Whole blood trans- 
fusions, cyanocobalamin (B 12), folic acid, vitamin 
K, oxide, cortisone and hydrocortisone were given 
to no avail. The patient died on September 2, 
1959. 


Laboratory Findings: 


Blood counts: 8-19-59—Hb. 13.4 gms., Ht. 
40%, WBC 5,100, Segs., 57, Lymphs, 42; 8-21-59 
—Hb. 11.6 gms., Ht. 34, vol.%, WBC 5,200, Stabs. 
1, Segs, 65, Lymphs, 34; 8-25-59—Hb. 10.7 gms., 
Ht. 32%, WBC 1,300, differential too few to 
count; 8-27-59—Hb. ?, Ht. 34%, WBC 1,205, 
differential too few to count; 8-31-59—Hb, 11.9 
gms., Ht. 35, vol.%, WBC 400, baso. 2, Juveniles 
3, Stabs. 11, Segs. 26, Lymphs. 55, Monos, 3, 
Platelets 49,000; 9-2-59—Hb. 8.9 gms., PCV 29%. 


Urinalyses: 8-18-59—Amber, cloudy, acid, S.G. 
1.015, Albumin 3++, sugar negative, WBC 10-15, 
RBC 1-4, ep. cells occ, squamous, many granular 
casts; 8-19-59—Amber, cloudy, acid, S. G. 1.017, 
Albumin 2+, sugar negative, WBC 2-4, RBC 2-4, 
‘occ. squam, ep. cells, few granular casts; 8-21-59 
—Amber, hazy, acid, S. G, 1.010, Albumin 2+, 
sugar negative, WBC 2-4, RBC 2-4, Occ. squa- 
mous ep. cells; 8-24-59—Yellow, clear, acid, S. G. 
1.002, Albumin 1+, sugar negative, WBC 6-10, 
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RBC 3-4, few squamous ep. cells; 8-28-59—Amber, 
clear, acid, S, G. 1.020, Albumin 1+, sugar nega- 
tive, WBC 2-4, RBC occ., occasional squamous 
ep. cells; 8-31-59—Amber, cloudy, acid, S. G. 
1.015, Albumin 1+, Sugar negative, WBC 
0-1/HPF, ep. cells rare squamous, 2-3 coarsely 
granular casts, loaded with motile bacteria. 


Chemistry: 8-24-59 — Urea Nitrogen — 11.2; 
8-28-59—Van den bergh Direct—.235, Indirect— 
508. 


Throat smear and culture and sensitivity—8-21- 
59—Strep. Sens. Kantrex, Erithro, Tetrac.; Cocci- 
diodin, left arm, Histoplasmosis, right arm— 
8-24-59—Negative; Blood culture: 8-21-59—no 
growth; Blood culture: 8-25-59—no growth; Blood 
culture: 8-31-59—Preliminary report—gram-nega- 
tive, short, thick rods, showing bipolar staining. 


Blood for malaria parasites—negative—8-24-59 
—remarks: many monilia and cocci seen; Repeat 
malaria smear—8-27-59—no malaria parasites 
seen; Repeat malaria smear—8-29-59—negative; 
Febrile agglutinations—8-24-59—Typhoid O & H 
—negative; Paratyphoid A & B—negative; Bru- 
cella and proteus—negative. Repeat febrile agglu- 
tinations—8-3 | -59—negative. 


Urine smear culture and sens.—8-24-59—no 
growth, Repeat urine culture and sens.—8-31-59 
—no growth, Repeat febrile agglutinations—8-27- 
59—negative. Blood culture for fungus and bac- 
teria—8-31-59—no growth. Heterophile antibody 
— 8-28-59 — negative. Sed. rate — 8-22-59 — 4 
mm./60 min. 


Spinal fluid—8-28-59—sugar 68 mg.%., total 
protein—19.5 mg.%. Stool culture—8-31-59— 
Negative for yeasts—no growth for enteric patho- 
gen—remarks: many staph. colonies were grown. 
Chest X-ray: 8-19-59—Negative for evidence of 
active pulmonary infection or congestive failure. 
EKG—8-28-59—First degree A-V block — ? 
RVH. 


Clinical Discussion: Dr. Jack Postlewaite: 


In evaluation of a patient one takes all the 
clues possible, I learned from the chart that this 
sexless being is a young Spanish-American male 
about 21 years old. When this patient was ad- 
mitted the spleen was not palpable, or at least 
was thought not to be. There only was an acute 
febrile disease following upper respiratory infec- 
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tion. The out-patient records indicate that a 
recurrent pharyngitis was found in this patient. 
Several months before streptococci were found 
on laboratory examination and there is also a 
past history of tuberculosis. 


In the beginning there was moderate fever 
which subsided in the first week. This suggested 
that the patient responded to whatever therapy, 
perhaps antibiotics, were involved, However, if 
you watch the blood count, pancytopenia, one 
with red, white count and platelets all going 
down, it becomes obvious that the response was 
only from the clinical standpoint and not from 
the laboratory study. The second week showed a 
hectic septicemia, fever, in a patient who dies 
with a fever of 106 with a febrile process, The 
spleen became’ palpable during the rounds in the 
second week and the question arises should a 
splenectomy have been done, in view of the pan- 
cytopenia. 


X-Ray Discussion: Dr. Vincent Ravel: 


We have here the original film that was taken 
in 1956 showing the moderately advanced fibro- 
exudative lesion on the left with changes con- 
sistent with cavitation, The next film is approxi- 
mately four years later, on admission. It shows 
the stable calcifications of the left and no evidence 
of any active pulmonary infection or congestive 
failure. The remaining films show approximately 
the same situation, As far as the enlarged spleen 
is concerned, there is no elevation of the left hemi- 
diaphragm and nothing on the chest film that 
would make one suspect enlargement or a mass 
in the left upper quadrant, The mediastinum looks 
all right. 


Dr. Postlewaite:. 


The first illness, with many sputa and cultures, 
was obviously tuberculosis. Although the family 
is from California, the coccidioidin test is nega- 
tive. Histoplasmosis was negative, so we shouldn't 
be dealing with complications of this illness five 
years later. The approaches to this case are given 
in the protocol. One is impressed by the pancy- 
topenia. If you look in to the differential causes 
of this ceaseless loss of blood, of all elements of 
blood, you find there are a number of major 
classifications that can be referred to as toxic, 


If you look at the first week of therapy there 
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wasn’t a drug given that would not have cleaned 
out a person’s bone marrow, such as the sulfas, 
chloromycetin, The agents used to control fever 
can cause a panhemolytic cytopenia. 


Infectious Diseases 


Second classification, infectious diseases; there 
is a history five years before of tuberculosis and 
therapy for active tuberculosis, There is a disease 
known as splenic tuberculosis, This isn’t just mili- 
ary tuberculosis, this is splenic tuberculosis in 
which the patient develops hypersplenism. The 
cases are noted as rare, It is known that anemia 
is frequent in tuberculosis but not this type of 
anemia, I don’t think we ever see anemia progres- 
sive as here unless some other disease is present. 
We have had atypical leukemia cases that died 
of panhematocytopenia which turned out to be a 
miliary tuberculosis but in ten ysars this is the 
only case we have seen. 


We don’t have a septicemia, with all the blood 
cultures negative, but Brucella group would take 
a special type examination. 


Febrile Diseases 


Now the neoplastic causes. Hodgkins is a very 
typical problem of a febrile illness terminating in 
death with enlarged spleen and not necessarily 
with adenopathy or masses. This was thought of 
on the protocol. The illness was very brief, in a 
younger person. There were no masses to suggest 
adenopathy of the hilus of the chest on X-ray, or 
palpable abdominal lymph nodes, There are malig- 
nancies of the spleen which can only be diagnosed 
by splenic puncture biopsy or splenectomy, This 
was not attempted. We, in short, would like to 
know what is-‘in the spleen, Other neoplastic 
possibilities suggest an aleukemic leukemia. This 
was not an agranulocytosis although you get the 
impression that you deal with a throat infection 
and a typical death, toxic or otherwise. However, 
granulocytes were present on all smears, although 
those notes on these laboratory tests indicate too 
few to count, Also, the granulocytes reported on 
your protocol may not have been granulocytes. 
The last count was 400 and although they have de- 
scribed an extreme left shift with juveniles present, 
not too few to count. Platelet count apparently 
was real and the patient had gastro-intestinal 
bleeding, although there were no remarks as to 
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the skin, there were no petechiae, no ecchymoses 
to suggest that it was a real thrombocytopenia. 


Metabolic Causes 


Metabolic causes of panhematocytopenia. I 
presume hypersplenism would fit here, I don’t 
know where you would put these discollagen 
diseases. It is not unusual for a young person to 
die rapidly after some respiratory infection with 
one of these collagen diseases. Periarteritis; no 
tests were made related to this, no biopsy—there 
was nothing to biopsy. There was no evidence of 
arterieis and nothing to suggest a skin rash. 


The degenerative diseases should not enter here, 
unless you want to throw into degenerative or 
aging processes insults of antiphylactic drug re- 
action, The next approach to the case is the 
enlarged spleen and I will not change the differen- 
tial discussion from an enlarged spleen to that 
of a panhematocytopenia so the final clue that 
was indicated from the protocol was the sugges- 
tion of complications of the tuberculosis and this 
is difficult, There are degenerative changes of 
chronic disease such as the amyloid or para-amy- 
loid group which can crowd out bone marrow. 
Incidentally, no bone marrow examination is in- 
dicated here which amazes me, so many of the 
consultants referred to this as being a blood 
dyscrasia but this is not given to us, Spinal tap 
was done, why, I don’t know, except it is a febrile 
disease, undiagnosed, and I would presume this 
was the time of our viral infections in which there 
was no encephalomyocarditis problem with acute 
illness and acute rapid demise, 


Abnormal EKG 


The EKG was abnormal, this is apparently a 
late one, related to a very high fever. I can add 
nothing more, I think that we are dealing very 
likely with a discollagen problem and that tuber- 
culosis is not the cause of the panhematocytopenia 
and one must consider periarteritis with poly- 
visceral involvement, lungs, heart, kidneys, spleen 
and the bone marrow, as against the possibility of 
a malignancy which the most common would be 
a Hodgkins disease or some other lymphoma. 


Dr. Solomon Heller: 


This type of case is always a problem. It leaves 
a lot of diagnostic possibilities. Certainly the pri- 
mary situation here is a pancytopenia but most 
strikingly in the area of white cell and platelet 


415 


} 
. 
9 
> 
r 
| 


counts, The other striking feature is that the 
patient seemed to become acutely ill rather rapidly 
and go down hill rather rapidly. It would be 
interesting to know if the patient had had any 
medications of any sort within the recent past 
prior to admission and whether he had had any 
fever prior to admission and for how long. Of 
course a bone marrow and a Coombs test would 
also have been helpful. 


There are several diagnostic possibilities. Basi- 
cally this is a dyssplenism, hypersplenism or aplastic 
process, Either one is possible, You can have the 
spleen either way, you can have the pancytopenia 
either way, if you had a bone marrow you would 
know better. The typical picture of an aplastic 
anemia is an empty bone marrow and an empty 
blood. A bone marrow biopsy would give an 
excellent differential for an aplastic process, I 
think you can at least pretty well exclude a hemo- 
lytic anemia because the patient had a fairly 
normal bilirubin. We hon’t have a Coombs test, 
so we don’t know absolutely whether there might 
not have been some associated hemolytic process. 


Causes Are Legion 


I didn’t notice a reticulocyte count either, The 
causes of aplastic anemia are rather legion and 
this patient had drugs which had been cited as 
possible entities in producing aplastic crises. With 
chloromycetin, however, there usually has been 
protracted administration, with the aplastic ane- 


mia occurring several months later, while here - 


we have an acute sort of process and we have no 
history of chloromphenicol administration in the 
past. The patient received streptomycin but only 
after the onset of the illness, It would be nice to 
know if he had received any drugs just previous 
to admission, within the previous week to a month. 


Even quinine has been known to produce sim- 
ilar results. I might in passing consider the disease 
thrombotic thrombocytopenic purpura, These peo- 
ple are very sick and die very fast. The most 
essential diagnostic feature is that they have a 
severe thrombocytopenia, I wonder if the patient 
had neurological symptoms, as these patients often 
do, That might have led to the spinal tap. These 
patients, however, usually have an elevation in the 
white count, a leukemoid type of reaction. 


They also have as I mentioned, a rather severe 
hemolytic anemia. The bilirubin of this patient is 
not compatible with that. This is a nice diagnosis 
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but it doesn’t fit the case altogether. Then you 
have all the entities that Dr. Postelwaite grouped, 
your collagen diseases. Certainly in this particular 
case with albuminuria, the anemia and leuko- 
penia, and thrombocytopenia you have to at least 
mention luplus in passing, even in the male. It 
would have been nice to have known whether he 
had also a hypoprothrombinemia and again the 
Coombs test and certainly an LE test would have 
been helpful. 


However, this rather precipitous course is a 
little bit unusual for LE and I would just mention 
it in passing rather than anything else. Another 
rather unusual thing which will, however, produce 
a very similar picture is a disseminated tubercu- 
losis, miliary. Once in a while, particularly in the 
aged, however, the hematological changes are 
extremely bizarre, anywhere from polycytemia to 
an aplastic anemia. 


Aleukemic Leukemia 


I would very strongly consider an aleukemic 
leukemia. Certainly a bone marrow would have 
given us a diagnosis here, An aleukemic leukemia 
would exactly produce the symptoms which we 
have here, namely, an acute down hill course with 
a pancytopenia peripherally and death with fever. 
Hemorrhage certainly is a part of the picture. 
This diagnosis absolutely requires a bone marrow. 
You can have Hodgkins and we see them time 
and time again or lymphosarcoma or reticulum 
cell sarcoma with no significant adenopathy, 
maybe an enlarged spleen. 


These patients run a very high fever. Even 
biopsies of lymph nodes will be negative. They 
go down hill, and you might even pick up Salmo- 
nella and treat them as such, which would not 
have any effect, they go down hill and die. So 
actually in this case I am afraid there is no one 
finding that would really point to an absolute 
diagnosis. As statistically speaking I would call 
it a lymphoma and the other things that I men- 
tioned would certainly be in the background. 
Since he did have tuberculosis somewhere along 
the line, I would consider this entity of dissemi- 
nated tuberculosis as a distant possibility. 


As far as treatment is concerned, I would cer- 
tainly have been much more tempted to swamp 
the patient with tremendous doses of steroids 
covered by antibiotics, even if it were tubercu- 
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losis. This is the only hope you have in a lympho- 
ma and doses of a thousand milligrams of predni- 
sone have been used and even in cases that have 
not responded to the drugs usually used in leu- 
kemia and have gone through other therapy will 
respond to tremendous doses at least temporarily, 
and you always hope if they do so perhaps this 
will end that particular cycle and they will go 
along for a while longer. 


Clinical Diagnosis: Fever of unknown origin; ma- 
lignant lymphoma. 


Dr. Postlewaite’s Diagnosis: Collagen disease with 
pancytopenia, probably tuberculosis, 


Pathological Diagnosis: Reticuloendotheliosis with 
hypersplenism; questionable Hodgkins disease. 
Pathological Discussion: Dr, F. P. Bornstein: 


On autopsy we found a rather slender young 
male. The external examination was not remark- 
able, nor were the findings in the thoracic cavity. 


Both the liver and the spleen were markedly 
enlarged. The liver weighed 2200 grams, the liver 
parenchyma was dull yellow and homogeneous. 
The spleen weighed 1000 grams. The surface of 
the spleen was dark blue, somewhat wrinkled, 
and free of nodules. On cut surface one is im- 
pressed with the total disappearance of the normal 
splenic pattern, Instead there is a dark red sur- 
face sub-divided by small fibrous bands witlr fine 
necrotic stripings in a few places. The lymph 
nodes were questionably enlarged, The kidney was 
slightly enlarged. My gross impression, specially 
in view of the small necrotic foci and a large 
spleen, was that of Hodgkins disease. However, 
on microscopic examination the situation became 


rather confusing. The bone marrow was hyperac- 
tive but essentially normal, which indicates hyper- 
splenism but an absence of a leukemic process. 
The changes in the spleen and lymph nodes were 
essentially of the same character, consisting of a 
very marked proliferation of the reticulo-endothe- 
lial cells with displacement of normal lymphoid 
tissue. In addition some of the lymph nodes 
showed occasional foam cells and extensive areas 
of necrosis, A further feature found in a few 
lymph nodes was the presence of bizarre hyper- 
chromatic giant cells. 


No Evidence of Tuberculosis 


What can we conclude from this? If we belong 
to the school of thinking which would accept the 
presence of Sternberg-Reed giant cells as incon- 
trovertible proof of Hodgkins disease, we can 
neatly classify this as Hodgkins and sweep our 
doubts under the rug. However, I think that is 
a rather forced solution of the problem, Actually 
we have here a rather non-specific febrile disease 
with extreme damage to the reticulo-endothelial 
system with minimal proliferation and a few foam 
cells. In view of the normal bone marrow and the 
lack of real proliferation, we have to exclude the 
group of monocytic leukemias. I am unable to 
give a definite diagnosis in this case but I feel 
that it belongs in the general group of systemic 
type reticulo-endothelial diseases, perhaps some- 
what related to the Letterer-Siwe type complex. 
There was no evidence of tuberculosis, 


In summary, then, we have a man who re- 
covered from his tuberculosis and died of a very 
acute febrile illness associated mainly with pro- 
found damage to his reticulo-endothelial system. 


El Paso Chapter of American Association 


Of Medical Assistants Is Going Concern 


El Paso Chapter of American Association of 
Medical Assistants held its first meeting Feb, 22, 
1960, and will hold its next one July 12. The 
Association with 44 charter members was ap- 
proved by El Paso County Medical Society in 
November 1959. 


The advisory board appointed by Dr, Delphin 
von Briesen, president of E] Paso County Medical 
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Society, consists of the Society’s public relations 
committee of which Dr. Edward Egbert is chair- 
man. 

Officers of El Paso Chapter of the Association 
are Mrs, Phyllis Greene, president; Mrs. Bernice 
Gharis, president-elect; Miss Francis McIntyre, 
vice-president; Mrs. Ethel Mayberry, recording 
secretary; Mrs. Billie McConnell, corresponding 
secretary; and Mrs. Rose Rodriquez, treasurer. 


417 


| 
1, 
ir 
st 
It 
1e 
ve 
re 
to | 
nic 
ive 
ia 
we 
ith 
er. 
re. 
yw. 
me 
um 
hy, | 
hey 
no- 
not 
So 
one 
call 
en- 
ind. 
ong 
cer- 
amp 
‘oids 


Southwestern Physicians’ Directory 


SAUL B. APPEL, M. D. 
Certified by the American Board of Internal Medicine 


CARDIOVASCULAR DISEASES 


EL PASO MEDICAL CENTER '),Apizone Ave. 


ARTESIA MEDICAL CENTER 


Phone: 

Henry L. Wall, M.D., Suite A SH 6-2311 
General Practice 

Robert W. Harper, M.D., Suite B SH 6-253! 
Surgery and Gynecology 

Owen C. Taylor, Jr., M.D., Suite C SH 6-252) 
General Practice 

C. Pardue Bunch, M.D., Suite D SH 6-332) 
General Practice 

Gerald A. Slusser, M.D., Suite E SH 6-2441 
Surgery 

X-ray and Medical Laboratory SH 6-4200 


Fourth and Washington Artesia, New Mexico 


ANDREW M. BABEY, M. D. 


Certified by the American. Board of Internal Medicine 
CARDIOVASCULAR DISEASES 


250 West Court Avenue JAckson 4-448! Las Cruces, N. M. 


3500 Physicians Read 


Southwestern Medicine 


FRANK O. BARRETT 
ASSOCIATES 


A. Shugert, M. D. 
(Diplomate yah rd of Anesthesiology) 
Jack Walker M.D., J. W. Redelfs, M.D., Jack Ellis, M.D. 


— ANESTHESIOLOGY — 
1501 Arizona Ave. 
El Paso Medical Center KE 3-843! El Paso, Texas 


OTTO L. BENDHEIM, M. D. 


DIPLOMATE AMERICAN BOARD OF PSYCHIATRY & 
NEUROLOGY 


505! N. 34th Street CRestwood 7-743! Phoenix, Ariz. 


RAYMOND J. BENNETT, M. D. 
Diplomate of the American Board of Neurology and Psychiatry 
PRACTICE LIMITED TO NEUROPSYCHIATRY 


Suite El Paso Medical Center 150! Arizona Avenue 
2-1177 El Paso, Texas 


JACK A. BERNARD, M. D., F. A. C. P. 
Diplomate American Board Internal Medicine 
INTERNAL MEDICINE 
CARDIOVASCULAR DISEASES 


Suite 3C El Paso Medical Center 150! Arizona Avenue 
Phone KE 3-815! El Paso, Texas 


VICTOR M. BLANCO, M.D. 
Diplomate of the American Board of Surgery 


GENERAL AND CANCER SURGERY 
205 University Towers Building 
1900 N. Oregon St., KE 3-5519, El Paso, Texas 


CLEMENT C. BOEHLER, M. D., F.A.C.S. 
H. W. DEMAREST, M. D., F.A.C.S. 


Diplomates American Board Obstetrics and Gynecology 


Suite 8-A Medical Center 150! Arizona Ave. 
Phone KE 2-659! El Paso, Texas 


FREDERICK P. BORNSTEIN, M.D. 


Certified by the American Board of Pathology 
in Pathologic Anatomy and Forensic Pathology 
University Towers Bldg. 
1900 N. Oregon St. KE 2-390! El Paso, Texas 


LOUIS W. BRECK, M. D. 
W. COMPERE BASOM, M. D. 
MORTON H. LEONARD, M. D. 
MARIO PALAFOX, M. D. 
ZIGMUND W. KOSICKI, M. D. 
ADRIAN L. GRASS, M.D. 


The El Paso Orthopaedic Surgery Group 
1220 N. Stanton St. Telephone KE 3-7465 El Paso, Texas 


CARL BREITNER, M.D. 
PSYCHIATRY 
1515 N. 9th St. AL 2-9102 Phoenix, Ariz 


BASIL K. BYRNE, M.D., F.A.A.P. 
IRVIN J. GOLDFARB, M. D. 


Diplomates American Board of Pediatrics 
PEDIATRICS 


Suite 4A El Paso Medical Center 150! Arizona Ave. 
KE 3-8487 El Paso, Texas 
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